immune response are primarily affected [9, 10] . belong to these families [2] , and evidence is accumulatMuch of the current information on the biological ing of their role in renal injury.
activity of Fas derives from experiments using agonistic anti-Fas antibodies as activators of Fas. However, [21] , ischaemia-reperfusion [25] , and remnant kidney injection of the agonistic anti-Fas antibody RK-8 glomerulosclerosis [26 ] . In humans Fas is increased in decreased autoimmunity and ameliorated renal injury proliferative glomerulonephritis [27] and in tubular in MRL-gld/gld mice [10], probably through eliminaepithelium during renal allograft rejection [23] .
FasL and Fas
tion of autoreactive lymphocytes. The biological activity of this antibody is different from that of Jo-2, previously reported to induced glomerular and liver amount of apoptosis were similar to those of native [1449] [1450] [1451] [1452] [1453] [1454] [1455] [1456] MRL lpr/lpr kidneys [29] . The authors speculate that fusion, as tubular damage was decreased in B6 lpr [4484] [4485] [4486] [4487] [4488] mice when compared with B6 mice [25] . In addition, 
Fas induces apoptosis in cultured renal cells

